The expression of locomotor activity by golden 
mutation has been found that alters the freerunning period of the locomotor activity rhythm from the wild-type value of~24 hours tõ 20 hours in homozygous mutants Statistical analysis of the data in Tables 1 and 2 reveals that the duration of current delivered during an SCN lesion determined the incidence of hostderived locomotor rhythmicity in both (p--0.008) and :ss (p--0.002) host genotype groups.
As would be expected, the incidence of host rhythm 
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Wheel-running data of a *wt hamster that received a *ss implant but no lesion, plotted in the same manner as in Figure 1 .
The implant was placed into the third ventricle on the day marked T. The host's 24 hour circadian rhythm was maintained throughout the record (left). After transplantation, no donor rhythm can be seen in the 20 hour time-base actogram (right).
rhythmicity is maintained throughout the record, wile no donor (-20 hour) rhythmicity is expressed at any time. Histological analysis of the brain of the animal whose record is shown in Figure 5 revealed the presence of a healthy appearing %s SCN implant containing VIP immunoreactive cells located in the third ventricle directly above the unlesioned SCN of the xwt host (Figures 6 and 7 ).
Histological analysis
The structural changes that occurred in the hypothalamus during the 3 to 4 months after an SCN lesion was made and an implant was placed, as well as the presence of donor tissue, made it difficult to use standard sections for the analysis of the size of the host SCN lesion, or to make even An adjacent section to the one shown in Figure 6 was immunostained for the presence of VIP, which has been used as a marker for the SCN. The host's SCN are clearly stained, and a large area of VIP immunoreactivity is seen within the implant (i), at the host-graft border. This section also shows the confluence of host and graft in many areas (small arrowheads 
